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Effects of Rhein on Urinary Protein Excretion in Type 2 Diabetic Model Rats
HU Jiang, MIAO Jing, DUAN Shu-fang, WANG Ya-li, LI Neng-juan, ZOU Yu-ting (Department of Endocrinolo-
gy, the Second Affiliated Hospital of Zhejiang Chinese Medical University , Hangzhou 310005, China)

ABSTRACT OBIJECTIVE: To study the effects of rhein on urinary protein excretion in diabetic rats. METHODS: The diabetic
model was induced by intraperitoneal injection of streptozotocin (STZ) and high-fat diet. The test were randomly divided into nor-
mal control group (constant volume of normal saline) , model group (constant volume of normal saline) , pioglitazone group (10
mg/kg) and rthein group (100 mg/kg). They were given relevant medicine intragastrically once a day for consecutive 8 weeks. The
urinary production(UV),body weight(BW), kidney weight(KW), blood triglycerides(TG), blood cholesterol(TC ), fasting glucose
(FPG), fasting insulin(Fins), serum creatinine(Cr), urine protein(UPRO)and urine albumin(UALB)were all determined, and re-
nal hypertrophy index (KW/BW) , insulin resistance index (HOMA-IR), creatinine clearance rate (Ccr), urine protein-to-creati-
nine ratio (PCR) and urinary albumin-to-creatinine ratio (ACR) were calculated. RESULTS: Compared with normal control group,
above all index of model group increased; there was statistical significance (P<C0.01). Compared with model group, the level of
KW/BW and Ccr in rhein group increased while other index decreased; there was statistical significance (P<<0.01 or P<<0.05).
CONCLUSIONS: Rhein can reduce urinary protein excretion in diabetic rats; its mechanism may be related to the improvement of
insulin resistance.
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Transdermal Penetration of Hydrogel Containing Xiongjiang CO.-SFE in vitro
QIN Fu-hua', DONG Yu’, ZHANG Jian-min°, WANG Ming-jun' (1.Zhejiang Pharmaceutical College, Zhejiang
Ningbo 315100, China;2.Zhejiang Academy of TCM, Hangzhou 310007, China)

ABSTRACT OBIJECTIVE: To study the transdermal permeation of hydrogel containing CO,-SFE of Ligusticum chuanxiong and
Zingiber officinale (called Hydrogel containing Xiongjiang CO.-SFE for short). METHODS: The transdermal permeation of Hydro-
gel containing Xiongjiang CO.-SFE was determined by transdermal diffusion device, with ligustilide and 6-shogaol as indicators. Ac-
cumulative transdermal quantity and static percutaneous rate of drugs were determined by HPLC. RESULTS: The results showed th-
at ligustilide and 6-shogaol could both permeate across the rat skin in vitro; static percutaneous rate of them were (47.57 £3.77) ng/
(cm®+h) and (8.29+1.47) ng/(cm®-h); 14 h average accumulative permeation percentages were (26.99 + 1.89) % and (14.40 +
1.18)% , respectively. CONCLUSIONS: The results show good transdermal permeation of Hydrogel containing Xiongjiang

CO,-SFE. The percutanous administration is a potential route of administration for Xiongjiang CO,-SFE.

KEYWORDS Xiongjiang compound; Supercritical CO,-SFE; Percutanous administration; Hydrogel

UTAER, Fl e AR W BT SR T R B
HUEARTELZEIEET AR RY. TEZIBARKES
BV R ER T RS CRERN 2 DB RS A,
A e AR . AR RERE TR R T E A, s
BRI KBS AE , fe st = 0 R, A
IR R S R BEARE S L AR, 22
AR, DA IR SR L4 ORI T IS, o fid 7 )5 58 A2 1H
BUR T —E Bk,
AR PR 38 3k 2R T 1 S a6 o 18 PR A= Ak v B S B 24 R
M AR AT o AR , 45 1 T A B B i fe ™5 78
SR 2505 N E TR LRI LB 9:2, mim)™, FFR

FAPLAL BRI B COARU T A THR 4, AL PRI M R
J%.77 300 bar, #2EN[E] 1.5 h, 2 BURJE 60 °C, f#ATIRE 70 C,
13%4.1%"Y, IR COARTW = M2 07 R 53 R
TG S A B R 2GR W S 2 A I AR B
BB Bz 2y 25 500 A B AT SR B 4 AR R TR A IH Y
IR A FE AR AR DY TR AN 6-22 1 A 11 25 F00 22 18 8 Bk B
O3, FHER I T CO TR MU BE I (ARSI K2 M RE , 45 4R
VI K 4 25 A AT A T
1 ##
1.1 &8

U3000 Y 75 4H Wi AH €638 (HPLC) AX (25 = 3 26 28 Al )

B o T S B e S e o T S B e o T e et S e T T e S e ot SRS

[17] Miglio G, Rosa AC, Rattazzi L, et al. Protective effects
of peroxisome proliferator-activated receptor agonists on
human podocytes: proposed mechanisms of action[J]. Br
J Pharmacol ,2012,167(3) :641.

[18] Sheng X, Wang M, Lu M, et al. Rhein ameliorates fatty

A FELTH WA [ ARERE L4 ¥E B3 H (No.Y2080501) ; T
P ARHE I H (No.2007A610078)
P, ST ) 25 BRI R . E-mail : qinfh@mail zjpe.

net.cn

- 2116 - China Pharmacy 2014 Vol. 25 No. 23

liver disease through negative energy balance, hepatic lip-
ogenic regulation, and immunomodulation in diet-in-
duced obese mice[J]. A4m J Physiol Endocrinol Metab,
2011,300(5) : E886.
[19] Choi SB, Ko BS, Park SK, ef al. Insulin sensitizing and
alpha-glucoamylase inhibitory action of sennosides, rhe-
ins and rhaponticin in Rhei Rhizoma[J]. Life Sci, 2006, 78
(9):934.
(ISR H 9. 2014-01-01 & [a] H #9: 2014-03-03)

HHEZEG 20144855 25 4545 23 )



